the severity of involvement of different epidermal layers with or without dermal collagen changes. Hyperkeratosis, hypergranulosis, acanthosis, widened intercellular spaces and thickened collagen bundles are common findings of histopathological evaluation of keratoderma. On electron microscopy of involved skin in patients with keratoderma associated with Dp mutations, abnormal perinuclear aggregation of keratin filaments and reduction in the peripheral keratin network, with loss of connections with desmosomes, are seen. Clinically, linear pattern of skin thickening on the palms and flexor aspects of the fingers and soles develop during infancy or in the first few years of life. The lesions of striate type are typically longitudinal, particularly on the palm and soles overlying flexor tendons while nummular type presents as focal painful callosities on pressure areas of palm and soles. Rarely, other sites such as elbow and knee may be involved but dorsum or dorsomedial aspects of feet has been reported in only one case in previous literature. Hence, our case is the second case with such presentation of striate type of PPK.
As in all other types of keratoderma, keratolytics and topical and oral retinoids are the only modalities with variable results. corticosteroids are effective in acute, rapidly progressive form of disease. We report an infant with multiple PG lesions which were refractory to treatment by corticosteroids but showed a significant improvement with cyclosporine.
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Sir, Pyoderma gangrenosum (PG) is a rare neutrophilic dermatosis of uncertain etiology with an estimated incidence of 3-10/million/year. Only about 4% of the patients are infants and children. [1] Systemic
Recalcitrant pyoderma gangrenosum treated with cyclosporine in an infant
corticosteroids (prednisone 1-2 mg/kg/day). [4] A potent immunosuppressive agent especially cyclosporine is a useful substitute in patients resistant to corticosteroid therapy, and it has the advantage of not causing any myelosuppression. Its use is usually restricted to idiopathic variant because of its own side effects profile An 11-month-old male infant presented with spontaneous eruption of painful skin lesions along with a fever of 2 months duration. Cutaneous examination showed multiple papulopustules, plaques and ulcers with central crusting, violaceous edges, rolled borders involving face, scalp, trunk, and extremities [ Figure 1 ]. Complete blood picture showed anemia. erythrocyte sedimentation rate was raised. His renal function test and liver function test were normal. Serological parameters like cytoplasmic antineutrophil cytoplasmic antibody (C-ANCA), perinuclear ANCA, antinuclear antibody, hepatitis B, and hepatitis C serology were negative. Pathergy test was positive. HIV ELISA was nonreactive. Chest X-ray, ultrasound abdomen, and colonoscopies were normal. Blood culture was negative. Bone marrow aspiration ruled out hematological malignancy. Peripheral smear showed iron deficiency anemia and neutrophilic leukemoid reaction. Biopsy showed epidermis with ulceration, undermined edges, and dense neutrophilic infiltrate in the dermis forming a microabscess and dermal adenexae with focal infiltrate of mixed cells, features, suggestive of PG [ Figure 2 ]. Direct immunofluorescence showed insignificant deposits of IgM and C3 along the basement membrane. Serum protein electrophoresis ruled out multiple myelomas. Coagulation panel showed no evidence of coagulopathy. Fungal, bacterial, and mycobacterial tissue cultures were negative. With the above clinical picture and laboratory findings, a final diagnosis of PG was made.
The patient was treated with oral steroids (1 mg/kg/day) for 6 weeks besides local wound care and topical medications. As the recovery was very slow, cyclosporine was introduced in a dose of 3 mg/kg/day and gradually increased to 5 mg/kg/day over a period of 1 month with the dramatic healing of skin lesions with cribriform scarring and no development of new lesions until date [ Figure 3 ].
DISCUSSION
PG is a destructive, necrotizing, noninflammatory neutrophilic dermatosis. [2] PG is secondary to an underlying disease in >50% of cases. [3] PG is classified into ulcerative, pustular, bullous, and vegetative forms. The ulcerative form is the most common form in children in association with ulcerative colitis followed by leukemia and Crohn's disease. But in our case, there was no systemic disease. Ulcerative PG is often treated with high-dose
